. Sequential photographs from left to rightshow the tracheal wall collapse at the level of the tracheotomy (tracheal rings 2 and 3). Note that the images were obtained with the endoscope positioned below the true vocal folds.
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A 55-year-old man presented to the private practice of one of the authors (J.P.T.) with a chief complaint that he was unable to blow his nose. This inability had become apparent after he had undergone mandibular sagittal split and LeFort I osteotomies, maxillomandibular fixation, septoplasty, and electivetracheotomy for severe obstructive sleep apnea 9 months earlier (the patient had been decannulated on postoperative day 3).
Indeed, on demonstration, the patient's complaints were verified. Findings on fiberoptic nasopharyngolaryngoscopy were unimpressive. His nasal passages, oropharyngeal inlet, hypopharynx, and larynx all appeared to be both anatomically and functionally normal, even during attempted sudden intense expiration. The immediate subglottis also appeared to be patent. Given the normal findings above the vocal folds, we decided to proceed with fiberoptic examination of the trachea. After administering topical anesthesia of the airway with 4% lidocaine transoral spray, we performed fiberoptic tracheoscopy.
A deformity was observed at the second and third tracheal rings in that the rings were V-shaped rather than arch-shaped. The rings were divided at the apex of the V. During nose blowing, the sides of the tracheal walls collapsed at the area of deformity and completely occluded the airway (figure 1). The patient was offered surgical correction, which was to be accomplished by reinforcing the anterior tracheal wall with a cartilage graft or tracheal resection, but he declined further treatment.
This case involved a complication of standard tracheotomy that was quite different from the usual morbidities related to tracheal stenosis as a result of scarring or the development of granulation tissue . Other known complications include bleeding, tracheo-cutaneous fistula, infection, tube obstruction, pneumothorax, and tracheoesophageal fistula. The risk of complications overall can be as high as 15%.1-3 However, in perhaps the largest series of consecutive tracheotomies reported in the literature (N = 1,130) , the complication rate was 4.3%.1
This case is a nice example of adult-onset iatrogenic tracheomalacia following tracheotomy. This complication may be rare or perhaps underdiagnosed; its prevalence is unknown. Of further note, the pathophysiology in this particular case was unique. Most malacic segments are not stenotic, and most stenotic segments are not malacic. But in this case, both elements were present, and the result was a dynamic collapse of the tracheal wall within a narrowed area. Given that the our patients come apes and sizes. collapse occurred only during forceful exhalat ion , the site of the lesion was likely intrathoracic and positioned right at the tho racic inlet in the no rmal (not extended) head position.
In hindsight, we realize that the lesion was distal enough that only a hint of the deformity could be seen when visualizing the larynx on standard fiberoptic laryngoscopy (figure 2). To truly characterize this deformity, a close and direct view of the trachea was required. Such a detailed and dynamic examination of th e trachea via fiberoptic endoscopy can be performed easily and comfortably in the office in fully awake adults under adequate topic al anesthesia.v' 
